There was also evidence of old haemorrhage in the surrounding tissue and of a glial reaction to this. The picture was that of an angiomatous malformation rather than a neoplasm.
She was discharged home on 29 April, having recovered completely. She has remained well since. CASE 3 L.A., a boy aged 13 years, on 28 February 1960, while out cycling with his father, developed sudden severe headache, vomited, and shortly afterwards lost consciousness. He was admitted to a general hospital deeply unconscious. Lumbar puncture yielded uniformly deeply blood-stained cerebrospinal fluid, but neck stiffness and a positive Kernig's sign were not noted till the following morning. He regained consciousness some 12 hours after admission, but remained drowsy, restless, and irritable with an increasing neck stiffness, and a pulse of 60/min.
On 4 March he was transferred to the Midland Centre for Neurosurgery, where, apart from meningism, no abnormal neurological signs were found.
Bilateral carotid angiography showed no evidence of any supratentorial space-occupying lesion or vascular anomaly. The configuration of the anterior cerebral vessels, however, suggested enlarged lateral ventricles.
Parietal burr holes were made. Ventricular pressure was high, and the cerebrospinal fluid was stained dark brown with old blood, especially on the left side. With ventricular drainage, his headaches and level of consciousness gradually improved.
On 9 March an air ventriculogram was carried out: the ventricular size and pressure were now normal, and films showed a small space-occupying lesion with an airfilled cavity above the posterior end of the third ventricle, causing some distortion in the region of the trigone of both lateral ventricles, perhaps more so on the left (Fig.   9 ).
Because of the site of the lesion and the spontaneous improvement, no surgery was undertaken.
The patient remained fit and symptom free until 18 March 1962, when he felt generally unwell with an attack of 'shivering' lasting about 15 minutes, followed by severe headache and nausea without loss of consciousness. He had several such attacks in the next three days, in the course of which he also developed neck stiffness.
He was admitted to the Midland Centre for Neurosurgery on 27 June fully conscious with slight photophobia and neck stiffness and coarse horizontal nystagmus on lateral gaze, slight right lower facial weakness, bilateral extensor plantars.
On the evening of admission, he developed another severe headache with marked drowsiness, opisthotonos, and shaking of all limbs, but improved considerably after the right lateral ventricle had been tapped, releasing heavily blood-stained fluid under high pressure.
Vertebral angiography was normal. Air ventriculography again showed the small air-filled cavity in the roof of the posterior end of the third ventricle, but there was more marked generalized distension of the lateral ventricles, and no air passed into the subarachnoid space above the tentorium. Screening with Myodil confirmed that the cavity in the 'tumour' communicated with the third ventricle.
The lesion was presumed to be of a congenital nature, probably a vascular hamartoma, not readily accessible to surgery. Following spontaneous full recovery he was discharged home on 27 July.
DISCUSSION
In all published series on subarachnoid haemorrhage, there is a proportion of cases in which no source of bleeding has been found. Bjorkesten and Troupp (1957) , comparing the ultimate fate of 40 cases with proven aneurysms treated conservatively, as against that of 61 in which no abnormality was demonstrated on bilateral carotid arteriography, concluded that the outlook as to a fatal recurrence was 10 times better in the latter group than in patients with known aneurysms not subjected to surgery. The proportion of negative investigations is, however, reduced when vertebral angiography has been carried out in addition. Spatz and Bull (1957) reported 60 cases, in 16 of which anomalies were demonstrated on vertebral injection after having had normal bilateral carotid arteriograms. It is now generally accepted that where total cerebral angiography has been normal, the likelihood of a fatal recurrence is comparatively remote.
The prognosis on the other hand is undoubtedly worse in the case of haemorrhage from tumours. Glass and Abbott (1955) reviewed the literature on subarachnoid haemorrhage 'consequent to intracranial tumour'. They analysed 41 cases with records complete enough to be used for the study. Fatal bleeding in the initial attack was found in three instances, while in the majority of cases multiple bleeds with a fatal outcome were observed. Of their seven cases, only two had had arteriography, which revealed the source of the bleed; while five had preictal symptoms pointing to a tumour as the probable origin. Neoplasms lying in or alongside the ventricles are particularly liable to present as subarachnpid haemorrhage without, at the same time, bleeding into the brain substance to form localized haematoma, and consequent vessel displacements visible arteriographically. Arterial displacement in the' absence of intracerebral clot may also occur, especially in the vicinity of the trigone when the tumour is large enough to obstruct the temporal! horn which later distends. In one of the two cases of intraventricular meningioma described by Askenasy and Behmoaram (1960) , while there was no vesse shift in the antero-posterior views, the middle cerebral group was raised in the lateral films. Mille (1961) 
